Sirs: Haemorrhagic stroke in young patients is primarily caused by elevated blood pressure, underlying vascular structural abnormalities, cardiac embolism or migraine [1] [2] [3] . Vasculitis may be a possible but uncommon aetiology of ischemic stroke in patients aged less than 45 years [4] and rarely causes brain haemorrhage [5, 6] . We report on a patient who presented with haemorrhagic stroke as the initial symptom of Wegener granulomatosis (WG).
In March 2003, a 42 year old male smoker presented with acute onset of a right sensorimotor hemisyndrome accompanied by motor aphasia. Magnetic resonance imaging (MRI) revealed a haemorrhagic stroke in the left basal ganglia, without underlying ischaemic damage ( Figure) . No vascular malformation, aneurysm, tumour or venous thrombosis was observed. Acutely, blood pressure was 180/90 mmHg but funduscopy as well as urinary sediment did not show signs of chronic hypertensive damage. Cerebrovascular Doppler ultrasound and transthoracic echocardiography were negative. Laboratory investigations showed mild inflammatory signs and immunological tests revealed elevated c-ANCA and anti PR-3 antibodies (Table) ; p-ANCA, x-ANCA, anti MPO antibodies, as well as CSF analysis were negative. The patient had no symptoms or signs characteristic of WG: renal function, urinary sediment, thorax radiography and otorhinolaryngological examination were normal. Three months later, the patient had no symptoms, normal inflammatory parameters and still elevated autoantibodies (Table) . In November 2003, he developed acute respiratory distress, fever, oral ulcers, epistaxis and arthralgia. Lung CT showed subpleural nodules and infiltrates and bronchoscopic bronchoalveolar lavage revealed intraalveolar haemorrhage (30 % haemosiderophages). Microbiological analysis for pneumocystis, nocardia, mycoses, mycobacteries and CMV was negative. Tongue and gingival biopsy specimens showed non specific ulcers. Glomerular microhaematuria (95 RBC/field) and mild proteinuria (0.3 g/l proteins) were now observed. Renal biopsy revealed an impaired immunity crescentic extracapillary glomerulonephritis without granulomatous lesions; c-ANCA and anti PR-3 antibodies elevation persisted and inflammatory parameters had reappeared (Table) . Three out of four ACR classification criteria [7] were positive, so the diagnosis of WG was established. The patient was treated with intravenous steroids and cyclophosphamide. One month later, inflammatory signs as well as autoantibodies normalised and all systemic signs and symptoms had resolved completely.
This patient presented with haemorrhagic stroke; he did not LETTER TO THE EDITORS JON 1702 have the clinical picture of WG, but-ANCA and anti PR-3 antibodies were significantly elevated and a mild inflammatory syndrome was present. Eight months later, he developed specific symptoms and signs of the disease without involvement of the CNS. The imaging studies excluded any vascular or cardiac abnormality, and the patient had no objective signs of underlying arterial hypertension or a history of migraine. Therefore, we believe that his haemorrhagic stroke represented an unusual initial manifestation of WG. WG is a primary small vessel vasculitis. Its immunological hallmark is a diffuse cytoplasmic pattern of antibodies (c-ANCA) that are usually directed against proteinase 3 (anti PR3) [13] . Concomitant testing of c-ANCA and anti PR3 antibodies can minimize false positive results [14] . In our patients both tests were consistently highly positive and normalised only after treatment. This case confirms that WG may rarely be responsible for cerebrovascular disease in young adults [8] [9] [10] [11] [12] and that intracerebral haematoma can exceptionally occur [8, 12] . Moreover, it illustrates that WG may reveal itself exclusively through neurological manifestations, without typical systemic signs. In addition, though severe CNS involvement has been described in ANCA negative patients [15] , it suggests that autoantibodies (c-ANCA/anti-PR3) represent a valuable marker of WG even before its clinical manifestation.
For all these reasons, we suggest that WG should be considered as a possible cause of haemorrhagic stroke in a young patient in the absence of other causes. A positive c-ANCA/PR-3 testing should lead to a close clinical and paraclinical follow up, in order to prevent a catastrophic outcome of this potentially serious disease.
